By CECIL E. FINNY, M.D.
THE case about to be recorded is that of an infant with symptoms pointing to stenosis of the pylorus in whom death took place owing to perforation of a duodenal ulcer. The child, a male, was born on April 12, 1908; presentation vertex, labour of six hours' duration and quite normal. The mother had been in good health during the period of pregnancy. This was her first child. The baby was very strong and healthy at birth and weighed 8 lb. He was breast-fed for the first five days, but seemed to have difficulty in taking the breast, although the milk was plentiful and the nipples well formed. He finally refused the breast altogether and bottle-feeding was commenced, barley water and milk being given. This he took well at first and seemed to like, but vomiting commenced, and the stools, which had never lost their dark colour since the meconium had passed, began to acquire a green tinge. A small dose of castor oil temporarily improved matters. The baby's weight at the end of the first week was 7 lb., showing a loss of 1 lb. since birth. It was considered advisable to circumcise the child, and this was performed when he was 8 days old. As the vomiting still continued, Nestle's milk (sweetened) was commenced when he was 10 days old, and citrate of soda given, the dose being 1 gr. to 1 oz. of milk.
On April 26, when 2 weeks old, the baby's weight was 7; lb. The stools still being green, the unsweetened Nestle's milk was tried. But on May 3 the weight was again 7 lb., so one teaspoonful of cream was added to each feed, but this increased the vomiting and had to be stopped. The baby now looked feeble and weak, the feet and hands were always blue and cold, and had been so ever since birth, in spite of every care and attention.
On May 10, as the vomiting still continued, it was considered advisable to commence giving peptonized milk and wAater. This was taken well, and the vomiting stopped for the time and the stools improved in colour, though still green. At the end of this week his weight had dropped to 61 lb., although there had been no vomiting. The vomiting commenced again early in the next week, so the ;stomach was washed out a couple of times and all milk stopped and nothing but whey Finny: Duodenzal Ulcers with Perforation and raw meat-juice given. This latter, however, proved too irritating, causing pain, and had to be stopped. The child, who was now 6 weeks old, seemed to be getting steadily thinner and weaker, and it was thought advisable to have a consultation. Dr. Frederick Batten came down to see the baby, and he considered the case was one of pyloric stenosis with spasm and dilatation of the stomach. Stomach lavage was ordered twice a day, and whey and albumen water to be given by a nasal tube every two hours. A trained nurse was obtained to efficiently carry out the treatment. At the commencement of this treatment the weight was 5 lb. 14 oz., and after the first week 6 lb. 6 oz., showing a rapid gain. The visible peristalsis of the stomach, which had latterly been becoming noticeable, very much decreased, but the stools were still green. The baby gained to 6 lb. 8 oz., and then suddenly lost 8 oz. one night without any apparent cause. He then gained up to 6 lb. 5 oz. and then suddenly lost 6 oz. This time there was distinct evidence of digested blood in the stool, which was dark and tarry; there was no fresh blood in the stomach lavage. It was now considered possible that duodenal ulceration might be present. The baby improved again and his weight rose to 6 lb. 1 oz. and then again fell, so that when he was 10 weeks old he only weighed 5 lb. 12 oz. Brandy was given in small quantities and rectal feeds of peptonized milk. He seemed to be improving again, but on June 27 he became suddenly collapsed, with tense abdomen and purely thoracic respiration, which was very jerky and slow. Evidently some perforation of the gut had occurred. Nothing could be done and the baby died half an hour after medical aid had been summoned.
The consent for an examination of the abdomen was obtained, and the details of the examination were as follows: The abdomen was opened in the middle line. There were no signs of any general peritonitis ; all the small intestine was very thin and collapsed. The stomach was much distended, also the transverse colon. The duodenum was much inflamed and injected 2 in. from the pylorus and considerably thickened. A small quantity of bile-coloured fluid was seen oozing from a perforation on the posterior aspect of the duodenum under the liver. The stomach, though dilated, looked quite healthy, and on opening it the mucous membrane was clean and healthy, and there was no sign of any inflammation near the pylorus. The pyloric opening was very narrow, just admitting a silver director; the mucous membrane appeared healthy, but the muscular coats were much firmer and thicker than normal. On opening the duodenum, considerable inflammation Section for the Study oj Disease inx Children and thickening were found and two ulcers on the posterior aspect about 12 in. fromi the pylorus. The floor of one of these ulcers had just given way and that of the other one was extremely thin. Both these ulcers had a clean punched-out appearance. There were no other ulcers to be seen anywhere and the rest of the gut seemed healthy, though starved and thin. The liver, spleen, pancreas, and kidneys seemed normal. All the mesenteric glands were enlarged, looking rather spongy and soft, but there were no signs of any tubercles or caseation.
The photograph ( fig.) shows the duodenum and pylorus cut open, and two ulcers are visible, the upper one being that which had perforated and caused the child's death. A microscope slide of a section taken Pylorus A-Photograph of the mucous surface of the duodenum after being opened longitudinally. The perforated ulcer is seen at A. A portion of the wall of the ulcer has been cut out for microscopic examination. The second ulcer is seen at B. from the edge of the perforated ulcer shows inflammatory round-celled infiltration. The interest of this case lies in the presence of the duodenal ulcers in connexion with pyloric stenosis. It seems impossible to assert which was the primary lesion, but the continued green appearance of the stools and the chronic nature of the ulcers suggest the possibility that the hypertrophy and stenosis of the pylorus were secondary to the ulceration in the duodenum. D-4b Finny: Duodenal Ulcers with Perforation DISCUSSION.
The CHAIRMAN (Dr. Cautley) said the Section was much indebted to the author for his contribution. One striking feature was the fact that the ulcer gave rise to pyloric spasm, and that the pylorus was found to be very much constricted after death, and yet there was no evidence of any distinct hypertrophy of the muscle of the pylorus. That favoured the view that pyloric spasm did not cause hypertrophy. He would have liked to hear the author's view as to the causation of those ulcers. They were known occasionally to occur in the newly born, and to follow infection, but in the present case there did not seem to be any clear explanation. He had diagnosed the ulceration during life, but had not had an opportunity of verifying the diagnosis post mortem. Another feature of the case was the absence of any definite pain. Occasionally such children were said to suffer from pain in the neighbourhood of the ulcer, and in consequence to utter whining cries, while applying the hands to the abdomen.
Dr. MILNER BURGESS asked whether there was any suspicion of diphtheria in the case.
Dr. FINNY, in reply, said he could not suggest a cause for the ulcers. Apparently the child, from birth, had bile in the stools, and there was a history that the mother experienced a great shock when she was four months pregnant with the baby. The child at times seemed fretful, and apparently it had been sick, but there was not sufficient pain to cause it to cry out much. There was neither sign nor history of anything like diphtheria.
